Sex, sexually transmitted diseases and masturbation were and are universally existent in abundance. 1.
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If pemphigus vulgaris occurs in a seropositive patient, having immunosuppression and underlying opportunistic infections (OI), steroid therapy proves to be harmful unless the patient is given treatment for OI or antiretroviral therapy. The frequency and spectrum of mucocutaneous manifestations associated with human immunodeficiency virus (HIV) infection increase with clinical and immunological deterioration. In contrast, autoimmune-mediated disorders tend to improve with HIV disease progression. [1] We discuss a case of pemphigus vulgaris infected by HIV. Co-presentation of pemphigus vulgaris and HIV raises many clinical and therapeutic issues. The mutual impact of such co-presentation needs to be explored thoroughly.
A 30-years old unmarried male with history of unsafe sex presented to us with severe oral and genital erosions for 2 months. Subsequently he developed a few skin erosions over his trunk. His VDRL was non reactive. A diagnosis of StevensJohnson syndrome with herpetic stomatitis was considered and was treated with oral acyclovir and azithromycin, but without any response. On investigating further, he turned out to be HIV positive by 2 ELISA tests and had evidence of pulmonary tuberculosis on chest X-ray for which he was given 4-drug antituberculous treatment (ATT) (isoniazid, rifampicin, ethambutol, pyrazinamide) . His oral lesions persisted [ Figure 1 ]. He then presented with vesiculobullous lesions over body after 1 month [ Figure 2 ]. He also developed oral candidiasis and had complaints of dysphagia suggestive of oroesophageal candidiasis. Biopsy from a lesion over the trunk was suggestive of pemphigus vulgaris. The previously observed orogenital erosions may have been the early manifestation of pemphigus itself.
He was treated with injection dexamethasone 8 mg intramuscularly daily along with oral fluconazole 150 mg once a day. Amidst all this, he developed Kaposi's varicelliform eruption for which he was treated with oral acyclovir. As there was little improvement in lesions of pemphigus vulgaris and he had already completed a course of ATT, he was put on stavudine, lamivudine and nevirapine. Following this there was marked improvement. CD4 count and viral load could not be done due to cost constraints. Corticosteroids were tapered down gradually. The patient discontinued the antiretroviral therapy due to lack of resources and subsequently there was aggravation of pemphigus vulgaris which responded to corticosteroids. Earlier non-responsiveness to corticosteroids may have been due to unrecognized and untreated OI.
Occurrence of pemphigus in a case of HIV infection is rare. Moreover, the exact impact of HIV on course of pemphigus [2] Mitsubashi and Hohl reported a case of dermatitis herpetiformis in an HIV infected HLA-B8 positive patient.
[3] Levy et al reported an HIV infected patient with bullous pemphigoid who responded to ritodrine. [4] The clinical characteristics and response to therapy as far as pemphigus vulgaris is concerned appear not to be modified by HIV infection.
[1] Therapy of pemphigus vulgaris with immunosuppressive drugs may cause HIV disease progression and may necessitate initiation of antiretroviral therapy which may not be feasible in resource restricted set up. The impact of antiretroviral therapy and HIV infection on pemphigus needs further exploration.
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Sir, Leukonychia or white nails have been known from a long time. They are commonly known as gift or fortune spots. Unna classified leukonychia based on distribution of whiteness into the following -leukonychia punctata, leukonychia striata, leukonychia totalis and leukonychia partialis. Others classified it into true leukonychia, where the pathology involves the nail plate and apparent leukonychia, where the pathology is in the subungual tissue. Hereditary total leukonychia is a rare clinical entity. A 66-year-old male patient presented with itchy and scaly lesions over the body of 2 months' duration. Initial skin lesions were noted on the trunk that gradually extended over other parts of the body. There was no history of photosensitivity, oral ulceration or loss of hair. He was a known diabetic and was on metformin therapy. His eruptions were not attributable to metformin. For the previous 4 months, he was also taking ayurvedic medicines of unknown nature for presbyacusis. On cutaneous examination, he had multiple violaceous scaly papules as well as plaques distributed all over the body. Postinflammatory hyperpigmentation was observed at a few places. There was no abnormality in the oral or genital mucosa. All of his 20 nails showed white discoloration that involved the entire nail plate [ Figure 1 ]. On further enquiry, the patient informed that the nails had 1.
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